may also be important downstream of Wnt4. To facilitate further identification of NFAT activity we have created reporters driven by NFAT-responsive elements and generated transgenic mice to examine activity in vivo.
stitutively-active forms of NFAT have been generated and will be employed on both the wild type and Wnt4-deficient background.
In addition to these genetic manipulations, drugs have been used to alter the pathway in cultured kidney rudiments. Treatment with cyclosporin A (CSA), an inhibitor of calcineurin-NFAT Ca 2+ signalling, decreases nephron formation -a phenotype similar to that in Wnt4 À/À embryos. We are now attempting to rescue 
